INDUCTION OF TESTICULAR GROWTH AND SPERMATOGENESIS BY PULSATILE I V LRH.
I n hypogonadotropic hypogonadism ( I I I I ) gonadotropin treatment o f t e n f a i l s t o induce t e s t i c u l a r growth. When t h c gonadotrophs a r c capable t o s e c r c t e LH and FSH, p u l s a t i l e LRII shou1.d be a b l e t o induce t e s t i c u l a r development. 17 male p t s , aged 14.2-26.0 y r s , were t r e a t e d with p u l s a t i l e LRH: 5 p t s with Kallmann's S . , 3 p o s t c r a n i o p h a r y n g e c l l o m y , 8 with i d i o p . lill and 1 with MPHD. LRH was administered i v with a presumed p h y s i o l o g i c p u l s e i n t e r v a l ( p i ) of 90 min. Depending on t h e individual response t h e dosc increased stepwise from 2 t o 20 Ll g p e r p u l s e . In 14 p t s t r e a t m e n t was preceded by 2 p e r l o d s of 4 wks of LRiI with p l of 180 mln. and 30 o r 4 5 min.rcsp. LRtI was r eplaced by IrCG twlcc/wk. During p i of 90 min.;!ll 17 p t s sliowed an i n c r e a s e of LII, FSH and T e s t o s t e r o n e i n t o t h e normal a d u l t range. A t a p i of 180 min.ttle LH/FSB r a t i o u a s lower; i n 3 p t s only FSll increased. LRB with a p i of 30 o r 45 inin.did n o t r e s u l t i n d e s e n s i t i z a t i o n ; LII was h i g h c r tlrdn a t a p~ of 90 min. A l l p t s showed a c l e a r t e s t i c u l a r growth. A t t h e end of LRIi treatnicnt 11 p t s had spermatozoa i n t h e e j a c u l a t e ; 1 p t only showed sperrn production during hCG and 2 p t s were s t i l l azoospermic a f t e r 1.7 and 2.3 y r s on hCG. Conclusion: P u l s a t i l e LRB i v i s a f e a s i b l e way t o inducc t e s t l c . growth at; w e l l a s spermatogenesis. HCG i s a b l e t o malntain o r -vcn improve t h i s development.
6 . Liapi", J . Argente*, M . Donnadieu", P. G a r n i e r . I n o r d e r t o i n v e s t i g a t e t h e r e g u l a t i o n of GH s e c r e t i o n i n pat i e n t s w i t h i d i o p a t h i c delayed puberty (IDP) e i t h e r p r e p u b e r t a l ( s t a g e P I ) o r e a r l y p u b e r t a l ( Y 2 ) GHRB l e v e l s i n plasma were meas u r e d a f t e r s t i m u l a t i o n w i t h L-Dopa i n a group of 16 p a t i e n t s w i t h IDP. The r e s u l t s were compared t o those obtained i n 12 pat i e n t s with c o n s t i t u t i o n a l s h o r t s t a t u r e (CSS) a t t h e same s t a g e of puberty who underwent L-Dopa t e s t f o r i n s u f f i c i e n t h e i g h t .
Plasma GHRH l e v e l s were measured a f t e r e x t r a c t i o n by RIA. A f t e r L-Dopa i n t a k e t h e peak of GH was mean + SEM 8 . 6 + 1.4 ng/ml i n IDP and 12.0 t 0 . 8 ng/ml i n CSS (NS). The peak of GHRH a f t e r LDopa was 41 + 10 pglml i n IDP and 96 + 25 pglml i n CSS ( p < 0 . 0 2 ) .
Basal plasma GHRH l e v e l s were measured i n f i v e p a t i e n t s with IDP before and a f t e r 3 x 1500 I U of hCG. Testosterone l e v e l s r o s e t o 4.8 + 0 . 9 nglml, no changes i n plasma GHRII l e v e l s were observed (25 + 13 pg/ml). Oxandrolone was given i n 6 p a t i e n t s w i t h IDP.
S i x months a f t e r when puberty was c l e a r l y s t a r t e d w i t h an i n c r e as e i n growth v e l o c i t y ( 6 . 3 + 0.7 cm/6 months) peak GHRH l e v e l s during L-Dopa s t i m u l a t i o n t e s t increased s i g n i f i c a n t l y (p<0.02) from 48 + 12 pg/ml t o 142 + 33 pg/ml, GB peaks being r e s p e c t i v e l y 8.4 + 3 . 2 pg/ml b e f o r e , 11.4 + 1.9 a f t e r . These r e s u l t s suggest an hypothalamic dysfunction i n p a t i e n t with IDP, r e v e r s i b l e w i t h t h e s t a r t of puberty. They i n d i c a t e a r e l a t i o n s h i p between t h e wellknown p a r t i a l and t r a n s i t o r y G H d e f i c i e n c y found i n some adol e s c e n t s R . Rosskamp*, B . Thomas*, S? BrChl* ( I n t r o d . by F.
Bidlingmaier) . 
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RESPONSE OF PLASMA CONCENTRATIONS OF GROWTH HORMONE (GH )RELEASING HORMONE, GH, INSULIN, AND SOHATOSTA-TIN (SRIF) TO A MIXED MEAL IN CHILDREN.
GH-releasing hormone (GHRH) i s d e t e c t a b l e i n t h e p e r i p h e r a l plasma but i t s p o s s i b l e f u n c t i o n s and sources remain t o be e l u c i d at e d . W e t h e r e f o r e measured t h e response of GHRH, GH, i n s u l i n and SRIF t o a mixed meal (800 k c a l ; 50% carbohydrates,35% p r o t e i n , 15% f a t ) i n 7 s h o r t normal c h i l d r e n ( 8.4 -12.6 y e a r s ) undergoing 24h spontaneous GH s e c r e t o r y p a t t e r n i n v e s t i g a t i o n .
Blood samples were drawn a t 0: 30; 60; 90; 120; 150 and 180 minutes. A l l hormones were measured using s p e c i f i c RIAs.
In response t o t h e mixed meal t h e r e was a significant i n c r e a s e of plasma GHRH with peak values occurring between 60 and 150 min (10.2 + 1.2 pglml vs 25.6 + 4.5 pg1ml;p ( 0.01). Plasma GH values increased within 30 t o 150 minutes suggesting spontaneous GH b u r s t s . Plasma i n s u l i n leve l s increased between 60 and 90 minutes ( 9 . 4 + 1.2 pUIml vs 49.5 +_ 4.4 ~U l m l ; p ( 0.001). A s i g n i f i c a n t r i s e of plasma SRIF was found which showed a b i p h a s i c p a t t e r n . There was no c o r r e l a t i o n between increments of plasma GHRH and t h e o t h e r hormones. In cont r a s t , i n 2 obese c h i l d r e n we could f i n d no plasma GHRH i n c r e a s e . Our r e s u l t s support the concept t h a t c i r c u l a t i n g GHRH might a c t a s a p e r i p h e r a l hormone and p o s s s i b l y o r i g i n a t e s from t h e g a s t r oi n t e s t i n a l t r a c t . concept of amphilic secondary s t r u c t u r e s . 1-44 NH is a dival e n t a n t i g e n which fornis 7S and 1 0 s antigen-Ab ccalr$lexes, 1-29
forn~s l a r g e l y mncaneric complexes. One o u t o f 9 c h i l d r e n t r z a t e d w i t h 1-29 Nl1 s . c . f o r 3 mi; developed PAS w i t h low titer a~d loo, a f f i n i t ? , 2 a f t e r 6 rn w i t h low t i t e r and a f f in i t y . Samples &awn 6 mi; a f t e r d i s c o n t i n u a t i o n were n e q a t i v i . In o u r f i r s t s t u d i e s we found elevated plasma levels of ANP a n d its second messenger cGMP in n e w b 0 r . n~ a n d in c h i l d r e n with c a r d i a c d i s e a s e s . Despite t h e s e high levels t h e r e is no e f f e c t o n t h e w a t e r -a n d e l e c t r o l y t e e x c r e t i o n . T h e lacking r e s p o n s e t o ANP in t h e s e p a t i e n t s may b e explained by a n e n h a n c e d release of o t h e r volume r e g u l a t i n g hormones. T o p r o v e t h i s h y p o t h e s i s we measured plasma a n d u r i n a r y levels of ANP a n d cGMP a s well a s u r i n a r y excretion of a l d o s t e r o n e (Aldo) a n d v a s o p r e s s i n (AVP) in 22 healthy i n f a n t s a n d 2 6 i n f a n t s with c a r d i a c d i s e a s e s . Urine was collected for 8 h o u r s from 10 p.m. to 6 a . m . In c h i l d r e n with c a r d i a c d i s e a s e s we found significantly h i g h e r plasma levels of ANP ( 2 = 2 2 5 2 65 p g i m l ) a n d cGMP ( 2 = 8.5 + 4 , 5 pmollml) a n d u r i n a r y levels of cGMP ( 2 = 30 t-5 n m o l i 8 h l k g ) , Aldo ( 2 = 800 2 2 0 p g i 8 h l k g ) a n d AVP (1100 2 2 5 0 p g 1 8 h l k g ) t h a n in control i n f a n t s ( p < 0.001).
T h e r e was no correlation between ANP o r cGMP levels a n d water-a n d sodiumexcretion. O u r r e s u l t s s u p p o r t t h e assurnption t h a t t h e n a t r i u r e t i c effect of chronically elevated ANP levels is markedly reduccc! b y t h e simultaneous stimulation of water-a n d sodium retaining hormones s u c h a s Aldo o r AVP.
